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H 3. s HAMZEH A K-CATOH| L2 12/3A THA| |SHXL Ho| 58

SHXL tHo| FEE(%) K-CAT Huxtg
EGFR Exon 19 in-frame deletions, L858R, 30-46 1 [41-45]
G719X, L861Q, S7611
T790M 50 (of treated EGFR 1,R [29,46,47]
mutant NSCLC)

Exon 20 in-frame insertion 3 1 [48,49]
BRAF V600E 24 1 [12,13,50]
ALK Rearrangement/ Fusions 3-5 1 [36,37,51,52]
KRAS G12C 13 1 [53,54]
MET Exon 14 in-frame deletions 34 1 [55,56]

Exon 14 splice mutations

Amplification 3-5 2 [56]
RET Rearrangement/Fusions 1.7 1 [57,58]
ROS1 Rearrangement/Fusions 2.6 1 [59,60]
ERBB2 Exon 20 in-frame insertion 2.3 1 [61-64]

Amplification 2.4-38 2 [65,66]
B 4. WY UL K-CATO [MHE 1/2/3A THA |FHX} Ho| 5
SHxt tH0| FEE%) K-CAT by I
ERBB2 Amplification 15-20 1 [67-71]

Oncogenic mutations 4 2 [72,73]
PIK3CA?  Oncogenic mutations 30-40 1 [74,75]
BRCA1/2  Germline oncogenic mutations 4 1 [76,77]
BRCA1/2®  Somatic oncogenic mutations® 3 2 [78-80]
PTEN Oncogenic mutations 7 2 [81,82]
ESR1 Oncogenic mutations 10 R [83]
(mechanism of resistance)

AKT1 E17K 5 2 [82,84]
PALB29) Germline oncogenic mutations 0.5-1 2 [79,85]

) TEE 2N XM HER2 40|10 E542K, E545A, H1047R, H1047Y, Q546E, H1047L, Q546R, E545G,
E545D, E545K, C420R &2 =CQIHOI7t U= FYUA0TH HEEICE O #F0| Zetx|X| U2 CHE L
SAUHOISE ULt CHE SAHO|7F PBK AHMA X|=0f CHot EH31) 20| A=A oF= LN UX|
poo = FO|7F ERSICt b AN BRCA SCHO7} U= BHXHE HUE PARP AN 34 AR
|0 O Kz=ap7t elg|ACt L AF0M= HMAME BRCA SCHOIZE e SXE MOE
PARP AXNHel 21t7F ENE|0 MHAMZE Y F7|ME242 ol YAIMIE BRCA SCHO|IE AlEY
QUL 9BRCA 1/2 2|0 = ATRX, BLM, BRIP1, CHEK2, FANCA/C/D2/E/F/G/L, MRE11A, NBN, PALB2, RAD50
ASHES AT 2Esh oz XL EXfSICL HIE 2 || ¢ HlE= I RX[E 2F
A 3% BE RN YAHE= HE2 2 8%0] O[ECt o FAY LHAte| HRDL2F &S Ch=9|
AME SAHOIZL EXWSHK|TE 2 HOls 7t BIRSHH Wildhs MAMZE L4t SAHMO| & ZHX|Tt

1 — o | My
SFoFRAL

x

L

Hl oz m on >
3@ H

. Tsd M eokol K-CATO| 2 12/3A THA| |FX}L Ho| 55

HS5
FHEXL ly FEE%) K-CAT Haxtz
ERBB2 Amplification 3.9-10 2 [86]




2 6. TG el K-CATO| ME 123A THA |} #Ho| 55

FHXL tHo| FHE(%) K-CAT uxiz
ERBB2 Amplification 15 1 [87-89]
FGFR22 Amplification 5 2 [90]
MET Amplification 2.5 2 [91]
EGFR Amplification 5-10 3A [92]
ctDNA, =25 DNA. d ctDNA 40| 2[$t FGFR2b 1HEd! = FGFR2 5.
# 7. A e K-CATOl [HE 123A THA |TXL #Ho| S5
FHXL Ho| FEE%) K-CAT Hoxtg
KRAS Oncogenic mutations 40 R [93,94]
NRAS Oncogenic mutations 3-5 R [95,96]
BRAF V600E 5-10 1 [96-98]
Mismatch MSI-H/MMR-D 4-5 1 [99,100]
repair
deficiency
ERBB2 Amplification 4-5 1 [101]
KRAS Gl12C 3 2 [102,103]
POLE Exonuclease domain mutations 1-3 2 [104-106]
8 HAHE FEFYQ K-CATOl UHE 1/23A THA /X Ho| S5
XL tH0| FEE)P K-CAT Haxiz
NOTCHI, 2, 3 Oncogenic mutations 10-12 2 [107,108]
ERRB2 Amplification 30-40 2 [109-111]
FGFR1, 3 Amplification/Oncogenic 1-7 P [112-114]
mutations
MET Amplification 1 3A [115,116]
) 7| REES FERYQ Oyt 5k9l Y 720 tEHQ otf fHel RHEO|L
9. Y US| K-CATO| [IE 1/2/3A TH| |TX} Ho| 25
XL tHo| FEE%) K-CAT Haxtz
BRCA 1/2 Germline oncogenic mutations 1-4 1 [117,118]
PALB?2 Oncogenic mutations 0.6 2 [118]
KRAS Gl2C 2-3 2 [119,120]
PIK3CA Oncogenic mutations 3 3A [121]
ERBB?2 Amplification/mutations 12 3A [72,122]
ALK Rearrangement/Fusions <1 3A [123]
NRG1 Rearrangement/Fusions 1 3A [124]
ROS1 Rearrangement/Fusions <1 3A [125]
H 10. TG Tz K-CATO UHE 1/2/3A THA| |HX} Ho| 5
St #Ho| REE(%) K-CAT S Inbyi-]
IDH1 Oncogenic mutations 10-23 1 [126,127]
FGFR2 Rearrangement/Fusions 8-14 1 [128-130]
BRAF V600E 5 1 [14,15]
ERBB2 Amplification 10 2 [131-133]




# 11. MG ASUHLULQ| K-CATO [HE 1/23A THAl |KHX Ho| 55
o

%t t#Ho| REE(%) K-CAT Haxtg

ERBB2 Amplification 30 (uterine serous 2 [134]
carcinoma)

AKT1 E17K 2 2 [84]

POLE? Oncogenic mutations 5-15 NA [135,136]

TP532)b) Oncogenic mutations 5-15 NA [135]

J Xt B30 7|=8t XFLHARAC| X K|F. b p53 A4 AEO UM NGSS| MY coverageE 12{stH HCE

HZHA0| HEEICE TCGA HHAS FoHA Z|H ASLHURJECS CHot 20| Yl 7Hel MZ CHE £Xt
SO 2 ASSIEICH137]; (1) Z=HHOIH(> 100 mut/Mb)]0|H DNA Fetas WA =(pPoLhH E=AHO|(POLAMULO
2o OtH| =m|Qlol| HRlY HO|7F /= Sl A&, () A=AUHOA(10-100 mut/Mb)O|T 20| R =H|7} =rd st
&, () MAMZ SX =7 =1 TP532| ¥l Bo| Hi=rt &2 312 O&, (4) MMRZ} ZA0|1 HMZE =X =
|

2

Of |

Z T|E 0z r oY 40 b~
ac]

0
|

MFo| ool SQHO| Fopt H2 ofpl AE Ol H2(X|&o| et =N Ay Zir Ay Buefe] =2
AT 2RI T0) W2t OS2 ol ZHX7t YSEIATH138-140]. POLAMUt AtS LRI CHNH o2 EfEt
2y g 20 O Ef p53-abn A=UHAS A BF EX KB /Y TY /Y = S24 g2 8o 7t

I~

Z0E ERCL EX3IStQHE p53mut AL RN SHXIO|AH =20| El= oHH pPO/Anut AtSLHEIRE 2HKLE
LHYC2E KEQ| THAN HAE EMstn QIOM[13g] Ol= Y=ot ZME =01 UACH141]. ZIACE ZE EC
HE|ANE =2 qdnts AR Qo] BN FY ANFY(POLE StiAT M1t HE0 p53 X MMR THEEE(MLHT,
PMS2, MSH2, MSHe)0f| CHst IHC EMES 2-835t0 A 275 AHXOF otCh Hxf IUoME POLE SEATH BA0|
=7Fsotl 222 NGS I'E0| POLE RTAE ERst QUX|T O|= #Qto)| Z3te|of | EH=0| IHC7t p53
=ARHO0| AR QOojA ATt Sztg fastn Q0 p53 7|59 RE AAMS AMHSIY|O 7p530 CHSE NGS EX
AEAMO| 25822 NGS HAHELEE p530] CHet IHC &elo] RMAlsteZ AE=IC

AL

H 12. e Haoko] K-CATO| ME 12/3A THA| SHXt Ho| 55§

XL tHo| FEE%) K-CAT HuxtE
BRCA 12 Oncogenic mutations 5-15 1 [142-149]
HRD score GIS, LOH 50 1 [142-

144,146,148]
AKT1 E17K 2 2 [84]

GIS, RTA 22F8d H= HRD, §SMEZL; LOH, O|3¥d 44,

# 13. MUY Q2T A K-CATO [HE 1/23A THAl |RHX Ho| 55
o

|Hx #o| FEE(%) K-CAT Haxz

FGFR3 Oncogenic mutations 13-15 1 [150]
Rearrangement/Fusions

FGFR2 Rearrangement/Fusions Unknown 1 [150]

ERCC2 Oncogenic mutations 9-12 3A [151,152]

myChoice CDx (O|2|{EX|HEIAR)S| GIS & LOH M=, 2 FO0|(large-scale transitions), E=0|0f CHE ™ X}
= A(telomeric allelic imbalance, TANS| 20| HRD ¥d OEE ZTst= GIS 7|[&E2 42 2

O R CH199,200]. ASTHA| GIS & AL BESH0] 1 AX|E ALY hET LA™ BItE Lot
SHHM B ZALO|CH142,143). LOH AAK(FoundationOne CDx, 2 O|O| MO C|Alit)= NGS & &-83t0] FHX
LOH Hl2S2 Z78%t1 16% O|&Y W} LOH 7l 2 ARE sty U2l & A= OFE2A(TCGA) HIOIHE
ZHZRTICH201]. HOlg MY 42, 1% Hg Tt gtat ey =

Qo] FYUEX Y sxfo| LA KA

o LS

=
PARP X XMC| &MA 0|5S HIte [ff MAIMZE BRCA 1/2 SHHO| HAAZE HEEICH117).



# 14. TAE MEMYC| K-CATO WE 123A THA |HXt Ho| 55

XL tHo| REE(%) K-CAT Haxtz
BRCA2 Germline and/ or somatic 3-13 1 [153,154]
oncogenic mutations
BRCA1 Germline and/ or somatic 1 1 [153,154]
oncogenic mutations
ATM Oncogenic mutations 6-7 1 [153,154]
BRIP1, BARD1, Oncogenic mutations <1-5 1 [153,154]
E 15. TYY A9 K-CATO| WHE 1/2/3A THA| |FHXL Ho| 5
XL tH0| REE(%) K-CAT Haxtz
VHL Germline oncogenic mutations 0.2 1 [155]
FH Germline oncogenic mutations 0.5 3A [156,157]
ALK Rearrangement/Fusions 0.3-0.5 3A [158]
E 16. THE SMFT | K-CATO| WHE 1/2/3A THA| |TXL Ho| 5
XL tHo| FEE(%) K-CAT Haxtz
BRAF V600E/K 35-50 1 [11,159-162]
V600 (V600E/K K| 2]) ~5 1 [163]
KIT D579del and 12 other 1-7 2 [164,165]
oncogenic mutations
NRAS Oncogenic mutations ~20 2 [166,167]
BRAF Rearrangement/Fusions 3-7 3A [168,169]
K601, L597 <1 3A [170-173]
# 17. WS 52| K-CATO| [ME 1234 TA |HX Ho| E5
FHXL ly REE(%) K-CAT Haxtz
KIT Oncogenic mutations ~75-80 (GIST) 1 [174,175]
PDGFRA Oncogenic mutations ~8-10 (GIST) 1 [175-177]
PDGFB Rearrangement/ fusions, ~90 (DFSP) 1 [178-179]
mostly PDGFB::COL1A1
ALK Rearrangement/Fusions ~50 (IMT) 1 [180-182]
SMARCB1 Deletion ~83 (ES) 2 [183]
IDH1 Oncogenic mutations ~65 (chondrosarcoma) 2 [184]
TSC2 Oncogenic mutations ~30 (PEComa) 2 [185,186]
MDM?2 Amplification ~90 (WDLPS/DDLPS); 2 [187,188]
Frequent in IS, low grade OSA
CDK4 Amplification ~90 (WDLPS/DDLPS); 2 [187,189]
Frequent in IS, low grade OSA
MET Oncogenic mutations <1 2 [190]

Rearrangement/fusion
Amplification

GIST, gastrointestinal stromal tumor; DFSP, Dermatofibrosarcoma protuberans; ES, Epithelioid sarcoma; IMT,
Inflammatory myofibroblastic tumor. WDLPS/DDLPS, Well-differentiated / de-differentiated liposarcoma; IS, intimal
sarcoma; OSA, osteosarcoma
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